SUMMARY A series of 20 patients with definite or clasrical rheumatoid arthritis who subsequently developed a lymphoproliferative malignancy are described. The mean time between the onset of the 2 diseases was 13 2 years. A wide range of types of non-Hodgkin's lymphoma and Hodgkin's disease were found; there were no unusual histological features in the lymphomas. Although many of the patients had had gold, penicillamine, and other second-line drugs, none of them had received cytotoxic drugs, and there was no evidence that therapy was a cause of their malignancies. The likely cause of the association is a predisposition to both diseases.
Various reports have suggested there is a relationship between connective tissue disorders and lymphoproliferative malignancy (LPM).'-8 This is particularly the case in rheumatoid arthritis (RA), and we have confirmed this association in our previous paper.9 However, morbidity and mortality studies often fail to define precisely the relationship between individuals and their diseases, including the temporal interrelations, the severity of RA in cases developing malignancy, and any possible effects of drug therapy. To investigate in detail these relationships we have reviewed 20 patients with RA who subsequently developed LPM. This review has included reexamination and reclassification of the histopathological specimens and a detailed examination of therapy given for RA. In addition bone marrow studies have been performed on a series of 9 Table 2 shows the rheumatoid factor status and the American Rheumatism Association functional class at the time of diagnosis of LPM: 80% were seropositive, and they showed variation in functional class from grade I to III. The extraarticular findings are also shown. As a group these patients did not all have particularly severe RA nor were they all seropositive. Instead they are a group of patients with RA ofwidely differing severity developing LPM at different stages in the course of their RA. All patients had received nonsteroidal antiinflammatory drugs. Of the 13 patients who had received further therapy 8 had received gold, 4 chloroquine, 3 penicillamine, and 6 corticosteroids. These drugs were given for varying periods of time ranging from months to years. But they were used no more extensively in cases with LPM than other patients with RA at each centre. For example, of the 9 Birmingham cases 4 (44 %) had received gold compared with 34-2% of the overall Birmingham series,9 and 1 (11 %) had received steroids compared with 50 7% of the series. The use of chloroquine and penicil- The risks of therapy causing LPM in RA and other autoimmune diseases are the subject of considerable debate."8-This is particularly the case when cytotoxic drugs are used, though penicillamine has also been implicated. We found no positive evidence to implicate therapy as a cause of any of the LPM we studied. None of our cases had been given cytotoxic drugs. We suggest that any increased risk of LPM which may be attributed to the use of cytotoxic drugs in treating RA must be subjected to a very critical evaluation, and in many cases other causes may be involved. Since a variety of prospective studies of the risks of cytotoxic drugs in treating RA and other connective tissue diseases are in progress, and this risk is considered an especial hazard of this effective form of therapy, we suggest that the fact that none of our cases had these drugs is of interest and significance. It is still possible that other drugs may play a part. Only 3 of our patients had had penicillamine, which is used widely at the centres we have studied, and it seems unwarranted to implicate this. Nevertheless, since multiple therapies are used in RA, our study cannot absolve drugs as a cause of part of the excess of LPM. This is the second monograph in a series aimed at filling a gap between standard textbooks, research reviews, and original articles in specialist fields. The first part consists of an introduction, followed by general principles and approach to a patient using osteoarthritis as a model. In the following 10 chapters due attention is paid to presentation with neck pain, pain in the low back, and the local syndromes of the shoulder, elbow, and carpal tunnel in the upper limbs, and tarsal tunnel, etc., in the lower limbs, as well as metabolic bone disease, crystal arthropathies, and arthritis associated with general medical disorders. Subsequent chapters included rheumatoid disease, juvenile chronic arthritis, the seronegative spondyloarthritides, infective arthritis, which somewhat strangely was continued with polymyalgia rheumatica and connective tissue disorders. There follow a further eight chapters, which start with the general principles of management of chronic arthritis, and then go through the pharmacology of the drugs used in the first and second line treatment, ending up with a chapter on surgery. There are few diagrams and no illustrations. The text is easy to read, and at the end of each chapter some general references for further reading are given.
This inexpensive paperback will be useful for people without particular knowledge who wish to learn rapidly something about rheumatology, whether they are at student, senior house officer, or registrar level. It should be especially useful for those general practitioners who want to take a more active role in looking after rheumatological patients in their own practice. 
